Laboratory studies show that individuals differ appreciably in the magnitude of their inflammatory responses to acute psychological stress. These individual differences are poorly understood, yet may contribute to variation in stress-associated disease vulnerability. The present study examined the possibility that affective responses to acute stress contribute to these differences. For this purpose, 102 relativelyhealthy community volunteers (mean age 50 years; 60% female; 91.2% white) performed an acute stress protocol and measures of affective state and serum levels of the proinflammatory cytokine, interleukin (IL)-6 were collected at the end of a 30-min resting baseline, a 5-min evaluative public speaking task, and a 30-min recovery period. Results of regression analyses, controlling for age, race, gender, menopausal status, and body mass index, revealed a positive association of task-related increases in anger and anxiety with increases in IL-6 (R 2 change = .08, p = .004; R 2 change = .08, p = .005, respectively). Further examination showed that these affective responses to the task were independent predictors of change in IL-6. Cardiovascular reactivity to the task did not explain the association. These results suggest that individuals who exhibit angry or anxious responses to acute challenge are more vulnerable to stressrelated increases in markers of systemic inflammation, possibly rendering them more susceptible to inflammatory disease.
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Introduction
It is generally accepted that psychological stress contributes to susceptibility to immune-related disease (e.g., Black, 2003; Cohen and Hamrick, 2003; Rozanski et al., 1999; Schneiderman et al., 2008 ), yet not all similarly stressed individuals are equally likely to develop disease, suggesting that variability must exist either in psychological and/or biological vulnerability (Schneiderman et al., 2008) . In this regard, laboratory studies show that individuals differ appreciably in the magnitude of their immune reactivity to acute stress, with some individuals exhibiting large inflammatory responses, as indexed by increases in circulating levels of inflammatory mediators, and others little or no response (Black, 2003; Cohen and Hamrick, 2003; Rozanski et al., 1999; Schneiderman et al., 2008; Steptoe et al., 2007) . This interindividual variability is reproducible on retesting (Marsland et al., 1995 (Marsland et al., , 2002 , raising the possibility that individual differences in inflammatory reactivity to stress provide a marker of increased vulnerability to immune-related disease.
Current models of stress and disease suggest that individuals differ in their emotional reactions to environmental situations and that it is this emotional reactivity that drives physiologic responses (Holmes et al., 2006) . In support of these models, negative emotional reactions to laboratory stress have been shown to covary with (1) larger cardiovascular (heart rate and blood pressure) responses (Feldman et al., 1999) , (2) increased expression of beta2-integrins on monocytes, a marker of inflammatory activity (Greeson et al., 2009) , (3) increased levels of the inflammatory marker interleukin (IL)-6 in oral fluids (Moons et al., 2010) , and (4) increased stimulated production of IL-6 among male participants with higher insulin resistance (Suarez et al., 2006) . Furthermore, cardiovascular reactivity and other more direct indices of sympathetic nervous system activation parallel (and predict) interindividual variability in the magnitude of many immune responses to acute stress (Manuck et al., 1991) . However, to date, no studies have examined whether variability of circulating levels of inflammatory mediators in response to acute stress reflects individual differences in task-induced emotional activation, possibly as a function of emotionally-induced activation of the sympathetic nervous system (Feldman et al., 1999; Suarez et al., 1998; Suarez 
